Cell division is a fundamental activity of living organisms, that consists of two processes mitosis, which delivers genetic information to daughter cells accurately, and cytokinesis, which halves the cellular constituents. Mitotic events that have been studied at the molecular level include microtubule assembly and chromosome movement investigated in a tubulin-dynein system. Cytokinesis, however, has been studied mainly at the morphological level, basically with immunofluorescent techniques, and little is known of its molecular mechanism. Obviously, a combination of genetic and biochemical approaches would provide a powerful tool with which to understand such a complex phenomenon as cell division.
We previously reported the isolation and characterization of a is mutant of mouse FM3A cells that is defective in H1 histone phosphorylation at a non-permissive temperature (7). Studies of this mutant (designated ts85) have shown that phosphorylation of the H1 histone is a prerequisite for the condensation of chromatin at metaphase (6) as well as for the G1/S cell cycle transition (16). These results encouraged us to search for other ts mutants defective in cell division.
We here describe a ts mutant of mouse cells in which increase in cell number stops at a non-permissive temperature. The ts clone (designated tsFT101) was originally isolated as an aphidicolin-resistant mutant and was found to have a defect in cytokinesis; whereas karyokinesis proceeded normally at a non-permissive temperature, resulting in a high frequency of multinucleate cells.
MATERIALS AND METHODS
Cell culture and isolation of ts mutants. 
